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R okitansky  in  1842 was th e  first to  d raw  a tte n tio n  to  the  ren a l lesions of 
p a tie n ts  who had  d ied  of liver disease. Since his fu n d am en ta l s tu d ies, cholem ic 
nephrosis, a renal in ju ry  accom panying severe jau n d ice , has becom e a g en era lly  
accep ted  concept. R enal changes su b seq u en t to  hepa tic  diseases, h a d  a t  first 
been ascribed to  th e  increased b ilirub in  level in  th e  blood; some au th o rs  e x p la i­
ned  th e  in ju ry  o f th e  k idney  w ith  th e  tox ic  effect o f  proteins lib e ra ted  fro m  th e  
dam aged  liver, w hile o thers ascribed i t  to  th e  reflex-m echanism  ex isting  be tw een  
th e  tw o organs, or to  th e  reduced d e to x ica tin g  cap ac ity  of th e  liv er [8, 2, 6, 
7, 12, 13, 21, 3, 18, 24].

N onnenbruch  classed th e  h ep a to -ren a l syndrom e am ong th e  e x tra re n a l 
azo taem ias. H e fo u n d  th a t  h y p o sth en u ria  an d  oliguria m ay develop a n d  th a t  
u rea  is responsible for th e  ev en tu a l rise o f th e  non  pro te in  n itro g en  leve l in  
th e  b lood. R ecen tly  a  n um ber of au th o rs  [11, 25, 26, 27, 1] have em p h asized  
th e  decisive in fluence , th e  d is tu rb ed  m etabo lism  o f ex trarenal p ro te in s  ex e rts  
on th e  developm ent o f nephrosis considering th a t  the  liver p lays th e  m ost 
im p o rta n t p a r t  in  b reak in g  dow n an d  sy n th e tiz in g  pro teins. W uhrm ann  reg a rd s  
th e  h ep a tic  change lead ing  to  dysoria  as a m a in  problem  of th e  h e p a to re n a l 
syndrom e, and  even  o f th e  nephrosis syndrom e.

W hile a severe degeneration  o f th e  tu b u la r  sy stem  accom panies th e  d iseases 
o f th e  liver, in  recen t years o n ly  a few  au th o rs  [23, 4, 10 ] have m en tio n ed  co inci­
d e n t g lom erular lesions. A ccording to  recen t know ledge regard ing  nephroses, 
i t  appears to  be necessary  th a t  ren a l changes, due  to  liver d isease, i. e. th e  
renal fac to r o f th e  hep a to ren a l syndrom e, shou ld  be investigated  anew .

E xam ina tions

R egard ing  above m entioned  d a ta , re n a l changes associating  various k inds o f  liv e r  disease 
have  b een  exam ined  in  50 cases. O rgans of young  su b jec ts  were selected for e x a m in a t io n  in 
th e  f irs t  line, care h av in g  been tak e n  to  exclude re n a l lesions arising from  sources o th er 
th a n  hep atic . T he k id n ey s w ere exam in ed  in  17 cases o f acu te  liver d isease , su ch  as 
h e p a ti tis  and  yellow  a tr o p h y ;  in  20 cases o f ch ro n ic  liv e r d isease, such as c h ro n ic  h e p a ­
t i t i s  a n d  cirrhosis o f d iffe ren t orig in  ; in  6 cases o f c en tra l liv e r necrosis con seq u en t u p o n  con­
g estion  ; finally  in  7 cases o f b ilia ry  d u c t o r liver can cer in  w hich  clinical d iagnosis h a d  rev ea led  
grave  o b stru c tiv e  jau n d ic e  and  a t  au to p sy  focal necroses w ere found  in th e  liv e r. S y s te m a tic
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clin ica l exam in atio n s o f  re n a l fu n c tio n  h ad  n o t b een  m ad e  in  all cases,so th a t  th e  fa ilu re  of 
re n a l fu n c tio n  h a d  u su a lly  b een  in ferred  only from  a lb u m in u ria , th e  rise in  th e  non p ro te in  
n itro g e n  level, oedem a, o lig u ria  o r anuria . On th e  b asis  o f  such  sym ptom s, renal lesion  h a d  been 
su sp ec ted  du ring  life in  45 p e r  c en t of th e  cases a n d , in  ap p ro x im ate ly  25 per cen t o f th e  cases, 
th o ro u g h  ex am in atio n s (e s tim a tio n s  of c learance, g lo m eru la r f iltra te )  had  confirm ed  th e  
ex is ten ce  of a  d is tu rb an ce  o f re n a l function . A s a ru le , h ep a to ren a l syndrom e w as clinically  
d iag n o sed  in  these  in s tan c es . I n  th e  histological s tu d ie s , sta in in g  was m ade w ith  h aem ato x y - 
line-eosin , v an  Gieson, S u d an , H eidenhain’s azo carm in e , M allory’s connective t  ssue dye, 
U n n a -P ap p en h e im ’s m e th y l  green-pyronin  (to  in d ic a te  a lbum in-like  p roteins), a n d  finally , 
W e ig e rt’s f ib rin  s ta in .

R en a l in ju ry  in cases o f  fu lm in a n t hepatitis

I n  17 ou t o f th e  50 cases exam ined, d e a th  w as caused by  acu te  fu lm in an t 
h e p a titis . H ep a to ren a l syndrom e had  been clin ica lly  diagnosed in  5 instances, 
w here  ren a l sy m ptom s h a d  aggravated  th e  liv e r disease. A utopsy an d  biopsy 
changes in  cases w ith o u t previous renal fu n c tio n  te s ts  were no t d iffe ren t from  
th o se  observed in  cases, w here clinical sy m p to m s h a d  pointed  to  a ren a l in ju ry .

T he capsule of th e  enlarged, swollen k id n e y  strips easily ; th e  organ  is 
o f a flacc id , succu len t, som etim es b rittle  consistence , its  colour — dep en d en t 
on th e  graveness of th e  ja u n d ic e — is ch a rac te ris tic a lly  brow nish-yellow , bo rdering  
on green. The co rtica l su bstance  is som ew hat b ro a d e r th a n  usual. B iopsy re ­
vea led  th e  p ic tu re  u su a l in  cholaem ic nephrosis, i. e. severe tu b u la r  changes in  
ev e ry  one of th e  17 cases. T he lum en of th e  co llective tubules w ere found  to  
be filled w ith  g ran u la r  clots and bile p ig m en t casts . Granules of th is  greenish 
b ro w n  p igm en t are p re se n t also in th e  ep ithe lia l cells o f the  proxim al convo lu ted  
tu b u le s  and  H en le’s loop . M ost conspicuous is th e  lipo id , or eventually  p a ren ch y ­
m a to u s  degenera tion  o f  th e  tubules, som etim es m anifesting  itse lf in  th e  form  
o f necro tising  nephrosis . In  addition  to  th e  p re se n t cases, we observed in  one 
in s ta n c e  vacuo lar (F ig . 1), in  ano ther in s ta n c e  hydrop ic  degeneration  o f th e  
tu b u le s  ; in  several cases droplets s ta in in g  re d  o r, exceptionally , b lu e  w ith  
M allo ry ’s dye, h ad  b een  dem onstra ted  in  th e  ep ith e lia l cells of th e  convo lu ted  
tu b u le s  (hyaline d ro p le t degeneration). In  th e  k id n ey  of a 6 weeks old in fan t 
w ith  g rave  liver necrosis th e re  had been occlusion  bodies in  the  nucleus of th e  
ep ith e lia l cells of th e  p ro x im a l convoluted tu b u le s . T his change is ch a rac te ris tic  
o f  inclusion  disease o f  in fan ts , cy tom egalia in fa n tu m .

I n  view  of th e  findings poin ting  to  an  e x tre m e  im portance of th e  glom eruli 
in  th e  genesis o f nep h ro sis , we have su b jec ted  to  exam ination  th e  cap illa ry  
sy s tem  o f th e  k id n ey , th e  glom eruli, a rte rio les  a n d  th e  in te rs titia l tissues. 
I t  w as found  th a t  in  16 o u t o f 17 cases of fu lm in a n t hepatitis  exam ined , acu te  
g lom eru la r changes, a n d  in  5 cases acu te  a r te r io la r  lesions were p re sen t. The 
g lom eru li were en la rged , swollen beyond th e ir  u su a l size. W ith in  B ow m an’s 
capsu le  a round  th e  g lom eru lar tu f t  p ro te in  p re c ip ita te d  in  clots or form ed 
a hom ogeneous m ass (F ig . 2). The wall of th e  g lom eru la r capillaries w ere th ic k ­
en ed  ; th e y  sta in ed  a  hom ogeneously b rig h t red  w ith  M allory’s dye, w hile, in
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F ig . 1. L eft, fo ca lh ep a tic  necrosis and  ro u n d  cell in filtra tio n  ; r ig h t, v acu o lar degen era tio n  o f th e  
re n a l tu b u la r  epithelium  o f th e  sam e case. (Fem ale, 37 y ears. C linical diagnosis : h e p a to ren a l 

syndrom e. A u to p sy  pro toco l No. 1516/952)
F ig . 2. R ig h t, p ictu re  o f to ta lly  destro y ed  liver ; left, flake-like  ex tra ca p illa ry  p re c ip ita te  in  th e  
c av ity  o f B ow m an’s capsule. (F em ale , 25 years. Clinical diagnosis : acu te  h ep a titis . A u topsy

p ro t. No. 185/951)
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o th e r  cases, W eigert’s fib rin  s ta in  revealed fibrinous im b ib ition  (fibrinoid necro­
sis) o f  th e  basem ent m em b ran e  of th e  g lom erulus o f th e  g lom eru lar capsule 
a n d  o f  th e  tubules (F ig . 3). In  cases w ith  a slow er course th e  m esoangium  is 
b ro a d e n e d  and im bibed  w ith  album in, th e  b a sem en t m em brane is th ickened . 
M e th y l green py ron in  s ta in  reveals th e  presence of p ro te in  casts  in  th e  tubu les, 
a n d  p ro te in  is found  also in  th e  in te rs titia l tissu e , especially a ro u n d  th e  glom e­
ru li . I n  5 cases, th e  sm all a rterio les of th e  k id n ey  sta ined  un ifo rm ly  red  w ith  
eo sin , an d  fiery red  w ith  M allory’s dye, ex h ib itin g  a rte rio la r necrosis (Fig. 4).

Changes o f  the kidney in  cirrhosis

I n  cases of chronic h e p a titis  and  cirrhoses o f various origin, th e  m orphology 
o f  th e  k idney m ay  be s im ila r to  th e  p ic tu re  seen in  acu te  cholaem ic nephrosis. 
T h is  w as found in 11 o f  th e  20 chronic cases exam ined , w hereas in  9 instances 
g ross exam ination  rev ea led  a fine g ran u la tio n  on th e  surface. M icroscopically 
sw o llen  glomeruli are fo u n d  side by  side w ith  sh ru n k en  h y a line  ones (Fig. 5). 
A  p ro life ra tion  of th e  c a p su la r  epithelium  can  freq u en tly  be  observed , and  
th ic k e n in g  of th e  g lo m eru la r basem ent m em brane  is also com m on. In  add ition  
to  th e  chronic changes described , acu te  processes such as fibrinoid  necrosis 
o f  th e  glom erular tu f ts  o r album inous im b ib itio n  o f th e  b a sem en t m em brane 
o f  th e  capsule and  th e  tu b u le s , were observed  in  num erous cases ; in  o ther 
in s ta n c e s  protein  an d  b ile  p ig m en t casts, as also storage of b ile  p igm en t, were 
e n co u n te red . G rave d eg en e ra tio n  of th e  p rox im al convolu ted  tu b u le s  and  H en le’s 
lo o p s w as presen t in  a ll cases, while hyd rop ic  degeneration  w as m e t w ith  in 
o n e , an d  in te rs titia l ro u n d  cell in flam m ation  in  tw o of our 20 cases exam ined. 
P ro life ra tio n  of connective  tissue  betw een th e  collecting tu b u le s  (in te rtu b u la r 
fib rosis) is often en co u n te red  in  cases associa ted  w ith  chronic h ep a titis . In  th e  
5 cases of hepatic  c irrhosis th e  renal arterio les w ere th ickened  an d  th e ir  walls 
s ta in e d  a homogeneous v io le t-b lue  w ith  M allory’s dye, u n d o u b ted ly  due to  the  
p re se n c e  of accum ulated  h y a lin e  substance.

According to  th e  above , in  cases of h ep a tic  cirrhosis acu te  ren a l changes 
a re  also  present beside ch ron ic  ones.

Renal lesions in  jaundice o f  subjects with heart disease

T h e  kidneys o f 6 su b jec ts  were exam ined  who died o f h e a r t failure and 
in  w h o m  enlargem ent o f th e  liver and positive  liver fu nc tion  te s ts  had  been 
d e m o n s tra b le  during  life. In  2 ou t of th e  6 cases hepa titis  h ad  been  th e  clinical 
d iag n o sis . Grossly, ex ten s iv e  cen tra l necroses and  haem orrhage characterized  
e v e r y  one of the  cases. A p a r t  from  the  u su a l changes due to  congestion, th e
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F ig. ?. F ib rinous im b ib ition  of the  basem en t m em brane  of th e  g lom erular tu fts  and th e  p rox im al 
convolu ted  tubu les. (M ale, 43 years. Clinical d iagnosis : a cu te  yellow a tro p h y  of the  liver. A u to p sy  

p ro t. No. 172/951. W eigert’s f ib rin  sta in )
Fig. 4. R ig h t, liver o f a 24 years old m an, died  w ith  fu lm in an t h ep a titis  ; left, a r te rio la r  necrosis 

in  th e  k idney . (A u to p sy  p ro t. N o. 118/951)

7  Acta Morphologic*» 1V/2
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F ig . Я. M an, 39 y ears o ld , died  w ith  liver cirrhosis (A u to p sy  P ro t. No. 1/952). N e x t to  glom eruli 
show ing hyaline d eg en eration , glom eruli in d ica tin g  co m p en sa to ry  h y p e rtro p h y  can  be  seen. 
F ig . 6. L e ft, a case o f cen tra l h e p a t c necrosis, w here  d eg enerated  liver cells co n ta in  lipoid 
d ro p le ts . (Sudan  I I I .  sta in ). R ig h t, g lom erulus w ith  m ark e d  th icken ing  of basem en t m em brane . 
(M ale, 38 years. C linical d iagnosis : V itium  cord is . H e p a tit is ?  A utopsy  p ro t. N o. 267/951)
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k idneys revealed th e  sam e changes as in  acu te  an d  chronic hepatic  disease. 
E specially  characteristic  o f th is  ty p e  of renal lesion w as, how ever, the  th ickened  
g lom eru lar basem ent m em brane , a phenom enon en coun tered  in  every  case 
(F ig. 6). Som etim es fibrinoid necrosis of th e  g lom eru lar tu f ts  was also presen t. 
T he tubu les p resen ted  p a ren ch y m al, fa tty , and , in  one instance , vacuolar 
degeneration . In  no case was a lesion of th e  renal arterio les observed.

R enal lesion in  jaund ice  due to diseases or carcinoma o f  the biliary ducts

The discussion of renal lesions would rem ain  incom plete  if  it  did no t tre a t  
o f th e  deleterious effect ex e rted  on th e  kidney b y  diseases of th e  b ilia ry  duct and  
can cer of th e  liver. Severe jau n d ice  was p resen t in  every  one of th e  7 cases 
exam ined . M icroscopically we found extensive zonal necroses. N o tw ith stand ing  
th e  fa c t th a t  th ere  w as b u t  one single case in  w hich d u ring  life sym ptom s had  
p o in ted  to  renal disease, th e  m orphological p ic tu re  in  every  one of th e  7 cases 
d isp layed  featu res resem bling  in  every  po in t tho se  d iscussed in  th e  foregoing 
p a rag rap h s . R enal in ju ries w ere found to  be in d ep en d en t of th e  degree of ja u n ­
dice. A cute arte rio la r necrosis occurred  in 4 in stan ces o u t o f th e  7 (57% ).

T A B L E  I

T y p e  o f 
h e p a tic  
les io n

N um ber
o f

cases
ex a­

m ined

Age

C lin ical ren a l sy m p to m s M orphologically  
d e m o n s tra te d  ch an g e  

o f

O edem a
o lig u ria
a n u r ia

A lb u ­
m in u ria

D ilu t. Concentr. R N .

n u m b er 
o f cases 

e x a ­
m ined

d is tu r ­
b an ce

n u m b e r  
o f  c ases  

e x a ­
m in e d

in creased

g b m

4>
3о«

e ru li

’cо
Jaо tu

bu
le

s

ar
te

ri
o

­
le

s
A cute
fu lm in a n t
h e p a titis 17

F rom  9 
m o n th s to  
47 y ears 5 1 0 4 4 8 5 16 17 5

C irrhosis 2 0 F ro m  7 to  
60 y ears 1 1 7 7 6 7 6 l l 9 2 0 5

C ard iac  fa i­
lu re  w ith  
jau n d ic e 6

F rom  12 to  
to  55 
years 4 3 2 2 6 6

C arcinom a 
of b ilia ry  
d u c t o r 
liv e r w ith  
jau n d ic e

7

F ro m  42 
to  64 
years 1 1 - - 1 — 4 3 7 4

Discussion

F ro m  th e  findings in  50 cases, th e  conclusion m ay  be draw n, th a t  b o th  
acu te  and  chronic h ep a tic  disease, including cen tra l necrosis o f cardiac origin,

7 *
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as w ell as liver necrosis, d u e  to  carcinom a o f th e  b iliary  ducts, m a y  give rise to  
sev ere  renal changes. M icroscopical exam ination  confirm ed th e  existence of 
a re n a l  lesion in cases, w here g rav e  renal d istu rbances h ad  been observed  during 
life a n d  also in  cases, w here clin ical m an ifesta tions had  been  lim ited  to  a m ild 
fo rm  o f album inuria. T his ty p e  o f renal lesion differs from  th e  well-know n 
m orpho log ical p ic tu re  assoc ia ted  w ith  cholaem ic nephrosis ; beside g rave  changes 
o f  th e  tu b u la r system  (parenchym al, lipoid, vacuo lar, h y d rop ic , hyaline 
d ro p le t degeneration) an d  in te rs titia l in flam m ation , severe in ju ry  could be 
d e m o n s tra te d  also on th e  g lom eruli, ren a l arterio les and  on th e  tu b u la r  basem ent 
m e m b ra n e . I t  was found  t h a t  w hereas acu te  hepatic  disease is associa ted  not 
o n ly  w ith  tu b u la r d eg enera tion  b u t, in  94 p er cen t o f th e  cases, also w ith  acute 
g lo m eru la r and a rte rio la r changes (necrosis o f th e  g lom erular cap illaries, ne­
crosis o f the  arterioles, a lbum inous im bib ition  of th e  basem en t m em brane of 
th e  glom eruli, etc.), chronic h ep a tic  disease is n o t necessarily  follow ed by  such 
re n a l lesions. Cirrhosis a n d  chronic renal changes (hyalin isa tion  o f glomeruli 
a n d  arterio les, in te rs titia l fibrosis, casts, etc.) concur in  45 p er cen t o f th e  cases, 
b u t  a c u te  lesions of th e  g lom eru la r tu fts , arterio les and  th e  tu b u la r  epithelium  
m a y  also occur. I t  was revealed  in  th e  course of th is  s tu d y , th a t  acu te  exacer­
b a tio n s  during chronic liver disease m ay p roduce repeated  acu te  ren a l dam age ; 
a n d  also th a t  while ep idem ic h e p a titis  or hom ologous serum  jau n d ic e  is followed 
b y  a c u te  renal lesions on ly , a chronic renal lesion m ay  ensue once th e  liver 
d a m a g e  has become chronic.

Changes occurring in  th e  k id n ey  in  case of cen tra l liver necrosis or of 
h e p a tic  lesion due to  b ilia ry  d u c t cancer com bined w ith  jau n d ice , w ere found 
to  b e  sim ilar in every  re sp ec t to  th e  renal changes associated  w ith  acu te  and 
ch ro n ic  hepatitis . W hile a  th ick en in g  of th e  g lom erular b asem en t m em brane 
seem s to  occur m ost f re q u e n tly  in  acu te  and  chronic h ep a titis , a cu te  arterio lar 
necro sis  is observed co m p ara tiv e ly  often  in  th e  form er group.

T h e  results described are  in  accordance w ith  th e  recen t theories of nephro­
sis. F ahr  in  1925 s tu d ied  th e  dam age of glom erular capillaries in  nephrosis. 
H is  findings have been confirm ed b y  Randerath  who, p roving  th a t  in  nephrosis 
th e  p e rm eab ility  of g lom eru la r capillaries is increased, has regarded  nephrosis 
as a  p rim ary  affection of th e  glom eruli. R uszn yá k  and  N em eth's  opinion is, th a t 
a lb u m in u ria  is due to  increased  p erm eab ility  of th e  g lom erular tu f ts .  According 
to  th e  investigations of Zollinger, every  k ind  of nephrosis m ay be regarded  as 
a g lom erulo-tubulo-nephrosis.

T he m ost freq u en t changes encountered  in  th e  k idney  in  connection 
w ith  acu te  and  chronic liv e r  disease w ere coagulated  p ro te in  in  B ow m an’s 
c a p su le  and  album inous im b ib itio n  of th e  g lom erular, capsu la r an d  tu b u la r  
b a se m e n t m em brane an d  t h a t  o f th e  renal arterio les. T here w ere p ro te in  casts 
in  th e  tubules and  often  a h y a lin e  d rop le t degeneration  o f th e  tu b u la r  system  
as a  consequence of th e  d is tu rb e d  balance of th e  secre to ry -reso rp tive  system
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[14]. S ta in ing  w ith  m e th y l green pyron in  revealed  th e  presence of p ro te in  also 
in  th e  in te rs titia l tissue. P h en o m en a  of th is  k ind  are  in d ica tiv e  of a d is tu rb an ce  
in b o th , th e  pro te in  m etabo lism  o f the  organism  an d  in  cap illary  p erm eab ility . 
T he correctness of th is  concep t is confirm ed by  th e  findings of W uhrm ann  and  
Oettel who have found a change in the correlation  of p lasm a pro teins in  hepa tic  
lesions (para- o r d y sp ro te in aem ia ). T hey  ascribe th e  ren a l lesions to  th e  d is tu rb ­
ance of protein  m etabo lism  arising  in  consequence o f  h ep a tic  disease.

T he problem , w h e th e r th e  a lte red  p erm eab ility  o f capillaries is a conse­
quence of a tox ic  degenera tion , or of vasoconstric tive  ischaem ia due to  a d is tu r ­
bance  of th e  nervous sy stem , could no t be se ttled . I t  m ay , however, be e s ta b ­
lished in  agreem ent w ith  a few o th e r d a ta  [4, 10, 5 ] th a t  renal changes, assoc ia t­
ed w ith  acu te  or chronic liver disease, cholaem ic nephrosis, canno t be regarded  
as iso la ted  tu b u la r  nephrosis b u t belongs to  th e  group o f glom erulonephrosis [16 ].

The finding th a t  a m ore or less grave renal lesion, g lom erulonephrosis, 
accom panies every k in d  o f liver disease, throw s new ligh t on the  p rob lem  of 
th e  hep a to ren a l syndrom e. Follow ing N onnenbruch , th e  te rm  hep a to ren a l 
syndrom e is applied w henever th e  course of an  in flam m ato ry , trau m a tic , or toxic 
liver disease is ag g rav a ted  b y  concom itan t renal lesions. O ur own investiga tions 
in d ica te  th a t  a careful clinical s tu d y  will reveal ren a l lesions in  m ost cases of 
h ep a tic  disease. T he sam e conclusion was d raw n from  clinical observations 
b y  Szabó , Zsoldos an d  Rév  as well as by  Siegler an d  F aludi. The tw o team s, 
in d ep en d en tly  of one a n o th e r, m ade a s tu d y  of ren a l function  in p a tien ts  w ith  
h ep a titis  and  found fa ilu re  in  b o th  th e  clearance an d  th e  g lom erular f iltra tio n  
ra te . S im ilar s ta tem en ts  h av e  been  m ade also b y  Siede.

H epato renal insufficiency following abdom inal opera tions, form  a n o th e r 
large group of sim ultaneous hepa tic  and  renal disease. W e could observe m ild 
liver in ju ry  w ith acu te  ren a l changes in  cases of th is k ind . Considering th e  s lig h t­
ness o f the  hepatic  lesion in  these cases, th e y  can n o t be classified am ong o th e r 
liver diseases associated  w ith  renal lesion.

I t  m ay  be concluded from  th e  above th a t  th e  te rm  hepato renal syndrom e 
is a clinical concept. T h e  pathohysto log ical renal lesions observed in  cases of 
clin ically  diagnosed h ep a to ren a l syndrom e do n o t d iffer from  renal changes 
associated  w ith  o th e r ty p e s  of liver disease except w ith  its  increased g rav ity . 
In d ep en d en tly  of clinical m an ifesta tions, every  k in d  o f liver in ju ry  resu lts  
in  th e  sam e ch aracteristic  m orphological p a tte rn  in  th e  k idney , th a t  o f glom erulo- 
tubulo-nephrosis.
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Sum m ary

R e n a l lesions asso c ia ted  w ith  liv e r disease h a v e  b een  sub jected  to  a u to p sy  an d  b iopsy  
e x a m in a tio n  in 50 cases. W h e th e r  o r n o t th ere  h a d  b e en  clinical sym ptom s of re n a l dam age 
d u rin g  life , in  cases o f a cu te  o r  ch ron ic  h ep a titis , c en tra l necrosis due to  congestion , fu r th e r  
in  d iseases o f the  b ilia ry  sy s te m  an d  carcinom a o f th e  liver we could f in d  in  th e  k id n ey  
g lom eru lo -tu b u lo -n ep h ro sis . A c u te  h ep atic  dam age is assoc ia ted  w ith  a cu te  ren a l lesions, while 
c h ro n ic  h ep atic  diseases m a y  b e  th e  cause of ch ron ic  re n a l changes. A p a r t  fro m  tu b u la r  
in ju r ie s , a cu te  and chronic lesions o f  th e  g lom erular tu f ts  an d  arterio les w ere  observed  in  such 
cases. T hese  findings ju s t ify  th e  classification  of cholaem ic nephrosis am ong th e  group of 
g lom eru lonephrosis. In  v iew  o f  th e  fa c t  th a t  every  im p o r ta n t disease of th e  liv e r  is asso­
c ia te d  w ith  m ore or less m o rp h o lo g ica lly  dem onstrab le  re n a l dam age, th e  h e p a to -ren a l syndrom e 
m a y  b e  considered as exclu siv e ly  c lin ical concept.
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ДАННЫЕ К ВОПРОСУ ГЕПАТО-РЕНАЛЬНОЙ СИНДРОМЫ 

Я. Ласло и М. Гаал 

Р е з ю м е
Тяжелое, сопровождающее печеночные заболевания и поражающее исключительно 

почечные канальцы изменение стало известно под названием »холемического нефроза«. 
В свете современных взглядов на существо нефроза мы считали нужным пересмотреть 
вопрос о поражении почек, сопровождающем жельтуху, т. е. вопрос о почечном факторе 
гепато-ренальной синдромы.

Мы исследовали в 50-и случаях изменения почек, сопровождающие заболевана 
печени. Среди наших случаев имелись острый и подострый, далее хронический гепатит,
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и кроме того некроз центральной части печеночной дольки вследствии застоя сопровож­
дающиеся изменениями почек. Нам удалось установить, что кроме тяжелых изменений 
системы канальцев (жировое, вакуольное паренхиматозное перерождение) значительные 
изменения наблюдаются и в почечных клубочках.

Внутри капсулы Боумена мы нашли внекапиллярный белковый сверток, — наблю­
далось бельковое пропитывание клубочков, капсулы Боумена, и основной оболочки 
канальцев.

Установлено бельковое пропопитывание мельких почечных артерий и наличие бел­
кового осадка в просвете более крупных почечных сосудов. Белок, находящийся внутри 
просвета сосудов проявлялся в капиллярах клубочек в виде эмболов. Канальцы часто 
оказались наполненными многоцветными цилиндрами белковой природы. При хрони­
ческих заболеваниях, печени и изменения почек носили хронический характер : наблю­
далось расширение мезангия клубочек, гиалинизированные клубочки, и фиброз проме­
жуточной соединительной ткани. В некоторых случаях мы нашли промежуточное гиган­
токлеточное воспаление почек.

Описанные явления указывают на нарушение обмена белковых веществ орга­
низма и изменения проходимости. Мы разделяем взгляды авторов, считающих что реша­
ющим фактором в этиологии нефроза является внепочечное нарушение белкового обмена 
веществ. По нашему мнению вследствие заболевания печени, нарушается белковый обмен 
веществ, стоящий бессомненно под направляющим действием центральной нервно^ 
системы, и это нарушение ведет к возникновению и почечных изменений.
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